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Compared with that of other human pathogens such as bacteria and virus, the proposed replicative
process of prions is very simple. It means misfolding of a single protein, the normal cellular prion
protein (PrPc), into a disease−associated form called PrPSc. This is followed by PrPSc aggregation and
fragmentation of aggregates, which may increase the number of replicative products. Although the
correctness of this model has not yet been proved formally, much evidence indicates that pathogen−
encoded DNA and RNA are not needed for prion replication. Despite the simplicity of the replicative
process, the human phenotypic range of prion diseases is very variable and includes the sporadic,
inherited, and acquired forms of Creutzfeldt−Jacob disease. In addition, prion diseases occur in a wide
range of animals and can be propagated within and between animal species. This article reviews selected
papers dealing with molecular and clinical aspects of human prion diseases.









































































































































































































































































































































































































































































































































































た cell−freeで PrPの PrP−resへの転換を部分的に阻
害する、ということを示している。理想的には、こ
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